Coronary Artery Disease [Abridged]
Dr Kenneth Sanders (London)
The Inner World of Some Patients with Coronary Thrombosis 'A great many people in this world have but one form of rhetoric for their profoundest experiences, namely to waste away and die.' This was the opinion of Oliver Wendell Holmes, and my recent experience of a series of patients with coronary thrombosis seems to confirm that there is a connexion between this disease and mental suffering. Coronary artery disease provides a large number of the emergencies with which the present-day family doctor has to deal, and it is an outstanding example of a serious illness in which his role is of prime importance (Sanders 1958) .
A patient of mine had a coronary thrombosis recently, under striking circumstances: Case 1 The patient was a man of 57, whom I had not seen for about two years before his illness. His teen-age daughter had been a regular attender for several years with various trivial complaints. Apparently there was a continuous battle at home with her father, mainly about her coming home late in the evenings. On a subsequent visit she reported that she had left home and was in lodgings near-by. Later she returned to say she was pregnant and intending to get married. I advised her to tell her parents and they, not being the despots she took them for, willingly received her back home.
Within a week or two of this, the father had an attack of coronary thrombosis. When he came out of hospital I asked him to tell me about his family. He complained that his daughter frightened him by her touchiness and disobedience, and she seemed able to transform him from a well-intentioned parent into a raging tyrant. This had become such a problem that he went for walks in the evenings to avoid her. He told me that the daughter was at home again, pregnant and about to be married. He was apprehensive, but he and his wife had offered the couple a home until they -found accommodation.
He added that throughout their married life his wife had been terrified of pregnancy; and that none of their children had been planned. Intercourse had now ceased between them, and in earlier years they had practised only coitus interruptus. His wife was now several years beyond the menopause but was still fearful of pregnancy and they slept apart. She had been to see me recently, suffering from pseudocyesis.
The man's father had died from coronary thrombosis; his mother, aged 90, was still alive but he did not visit her. In due course the daughter married and a few months later had an anencephalic stillbirth.
This patient and his history reminded me of the well-known facts about the illness and death of John Hunter . His attacks of angina were associated in his own mind with emotional disturbance: 'My life is in the hands of any rascal who chose to annoy and tease me' are his words as quoted in the Dictionary of National Biography, and he did, in fact, collapse and die after losing his temper at a committee meeting. From this, I wondered how many ofmy patients with coronary thrombosis had experiences similar to these, and thereupon between March 1961 and February 1962 1 interviewed each patient who survived a new episode of coronary thrombosis. There were 8 patients in all, including Case 1, 6 men and 2 women. The following is a summary of the other 7 cases: Case 2 Male, aged 61 March 1961: Developed rapidly progressive angina pectoris. ECG showed myocardial damage, and he was put on anticoagulants as an outpatient.
He told me that his first wife had died of carcinoma several years previously, and that the marriage had been marred by sterility. Two years ago he married a girl of 20 (to the dismay of the sister with whom he had been living), and at 58 he became a father for the first time. His wife's pregnancy had been complicated, being an assisted breech delivery with retention of the placenta. My patient was shocked to see how very ill the mother and child appeared, and was alarmed when the wife became pregnant again within a few months. It was when she was seven months pregnant that his angina started. The second confinement proved to be normal, apart from the anxiety of an Emergency Bed Service admission.
Case 3 Female, aged 69 May 1961: Suffered a coronary thrombosis at sea, while returning from a fruitless journey to Australia. My patient had been twice married, both husbands died from coronary thrombosis, and she had no children. All her other relatives had been killed in Poland during the war. A period of ill-health and loneliness drove her to seek her only remaining relative in Australia, with a view to settling there, but the idea had proved a failure.
Case 4 Male, aged 55 June 1961: This patient was a heavily built, taciturn man, who suffered his second coronary thrombosis at this time. The first had taken place a year previously. He told me that nine months prior to the first attack he had quarrelled with the manager of the firm where he had been employed as foreman. Feeling that he was ill-treated he resigned, and took work elsewhere as an ordinary workman. He had been impatient to return to work and had done so against medical advice. On this second occasion he behaved in the same way, being bad-tempered and sulky when I insisted that he should rest. He was uncommunicative, and could only tell me that he was married, without children, and needed to work to earn money for a holiday.
Case 5 Male, aged 58 August 1961: This patient suffered his first coronary thrombosis in 1953, within six months of his wife having had a mastectomy for carcinoma. He told me that since this operation there had been no intercourse, as he feared catching cancer. He had been told by a doctor that his wife had only five years to live, and that was now seven years ago. He is a tough, slightly deaf man who consumes large quantities of trinitrine and always seems to be on the brink of sudden death. He has had attacks ofcerebral thrombosis, and cardiac asthma, in addition to three episodes of coronary thrombosis. He always gets back to work, but usually to a different job. The most recent attack of coronary thrombosis was in August 1961, occurring within a few hours of hearing of the death of his only surviving sister. Of his 5 children 2 have died, and he has a 14-year-old daughter at home. Case 6 Female, aged 60 September 1961: Coronary thrombosis, attributed by the patient to worry. Three siblings had died within eighteen months; her husband had had a stroke and had been off work for nine months. Her first husband had died from brain tumour after five years of marriage; the second marriage was not very happy, the husband going out too often at night without her. Her consolation lay in two sons, one of whom was married and lived in the same house. The other was courting, he was generous in his contributions to the family budget, and she dreaded any repetition of the unpleasantness which had occurred in a previous courtship, which had foundered, she claimed, through the grasping attitude of the future in-laws.
Case 7 Male, aged 55 September 1961: This was a new patient whom I saw for the first time when he suffered this coronary thrombosis. When he came out of hospital I found that he was an anxious man, troubled by pseudo-anginal pains. He was under considerable strain at work; he did not like his associates and thought that everyone was 'on the fiddle'. He had not been in the job long, and it appeared that he moved round the country trying to find better posts in his own trade, and his present prospectswere not good. Hewas reticent about his family, but it was clear that his relationships with his children were unhappy. He felt obliged to wait on his 17-year-old son, who, he said, 'got away with murder', and feared that his daughter was in danger of becoming a prostitute and he felt powerless to stop her.
Case 8 Male, aged 61
December 1961: Suffered a mild coronary thrombosis. At an interview when he came out of hospital I learned that five years before he had been a fairly successful manufacturer with a small factory of his own. Trade began to decline as his products became unfashionable, and he lost his capital: Thereupon he found work as an employee in the same business. His wife, aged 60, was forced to find employment for the first time in twentyfive years. At this time his widowed mother died; his elder son, after a stormy courtship, married and left home, thus ceasing to contribute to the family budget. At the time of his illness my patient had been pursuing a plan to get back into working on his own account; he rented an office, working there at week-ends and in the evenings, to the annoyance of his wife.
Comment
Obtaining histories such as these involves the general practitioner in the expenditure of considerable time, and both patient and doctor become aware that they are dealing with matters that are emotionally highly charged. In addition, the doctor is undertaking to share the burden of anxiety and distress, and that is not to be undertaken lightly. The gains, however, are an improved relationship between doctor and patient, and an opportunity to admit a little light from external reality into the gloomy depths of the patient's internal world.
The literature contains many references to case histories very similar to those given by my own patients (Weiss et al. 1957 , Dreyfuss 1959 ). There are clues in addition to the case histories, for physiological experiments seem to leave no doubt that the action of the heart and the dynamics of the circulation are influenced by the emotions (Garland & Phillips 1953) ; psycho-analytic research has tentatively identified a coronary thrombosis character (Arlow 1945) . But in spite of all this research, the general practitioner and his patient are still face to face, seeking understanding and practical application. I believe that the doctor is helped in this by the understanding that the patient is reacting not only to what is happening in the external world, but also to a conception of reality coloured by his own emotions. Klein et al. (1955) have described how, in an infant, an internal world develops which is a distortion of reality, and it is instructive to discern traces of this mechanism in the case histories.
The first patient lives in a world of shrew-like daughters where intercourse leads to pregnancy in a magical way, even beyond the menopause, a world where widowed mothers live alone and unvisited a few streets away. The second lives in a world where sisters feel slighted by a brother's marriage, and where intercourse leads to ill wives and babies. The third patient's world is peopled by memories of dead husbands and she acts out an Ahab-like sea journey in search of nonexistent Moby Dicks. Case 4 hints at a very perilous world indeed, where the fruits of a lifetime's labour are thrown away over a quarrel, and where doctors plot to keep their patients from earning an honest living. The next man lives in a world where cancer is a venereal disease, with the implication of his wife's infidelity. The world of Case 6 is inhabited by dead siblings and feckless husbands, that of Case 7 by loutish sons, prostitute daughters, and people 'on the fiddle'; while the last man has to keep running faster and faster in order to stay in the same place.
Reviewing the case histories in this way, it becomes clearer that the concept of external reality causing unbearable emotional stress, to which Sprague (1961) takes a strong exception, really is insufficiently subtle to account for 'the mysterious leap from the mind to the body'. It seems more likely that it is when external events lend a sense of concrete reality to the infantile fantasies of the patient's inner world that the somatic catastrophe occurs.
Summary
Patients with coronary thrombosis include some persons whose internal world has become a place of despair, fear and violence. Perhaps it is when, by chance events, the external world lends a sense of concrete reality to this inner chaos that the somatic catastrophe occurs. Talking to these patients seems to lighten their mood and increase optimism as an improved relationship develops.
It is interesting to speculate what the prophylactic effect of sharing some of these heavy emotional burdens would be. If the time comes when persons who are susceptible to coronary artery disease can be identified in advance then routine screening of the patient's inner world may become at least as worth while as a routine ECG or a low fat diet. Coronary atherosclerosis includes two main semiindependent processesatheroma of the walls, and occlusion of the lumen (Morris & Crawford 1962) . It is the latter that is closely related to I.H.D.; coronary atheroma is almost universal among middle-aged and elderly men in this country and its association with the heart disease is looser.
Intravascular thrombosis seems to be the main factor in coronary occlusion and it is permissible therefore to speak of coronary thrombosis and ischamic heart disease. The crucial question, then, is about coronary thrombosis: What are its causes, and how can it be prevented? Unfortunately little is known as yet about intra-arterial thrombosis, far less than about atheroma formation, and there is no sign of anything specific being discovered that might be attacked by a 'magic bullet'. The hope persists that, as has happened so often before in public health, by alterations in associated ways of living we may be able to control coronary occlusion and I.H.D. -even before their intimate processes are understood.
Ischxmic heart disease is very common in this country. The best estimate of frequency is still probably that for a large group of doctors (Morris et al. 1952) which showed that about 1 in 5 developed I.H.D. during middle age, about 1 in 4 general practitioners and 1 in 6 or so of other doctors. These figures are now over ten years old and things progress so rapidly in this field that it cannot be assumed they are still correct. Thus, with so many doctors giving up cigarette smoking it is reasonable to hope that the incidence now is actually falling.
The Framingham Study
Two main types of epidemiological study have been carried out since the war. In America, and notably in Framingham, Mass., a cohort of healthy men is being followed up to try to detect those who are susceptible to I.H.D. (Dawber et al. 1962) . The main findings are that middle-aged men with hypertension have a higher risk of developing I.H.D.; extreme overweight also increases the risk; high blood cholesterol is predictive of infarction and the higher the level the greater the risk. The most important observation is the last, if only because it has become clear that populations having much hypertension but low cholesterol levelse.g. the Japanese or the Bantu suffer little I.H.D. However, only a minority of men with high blood cholesterol develop clinical I.H.D. during middle age and many whose cholesterol level is not high develop it. The blood cholesterol cannot therefore be used as an individual predictor. (The reasonable hypothesis is that hypercholesterolkmia is related to atheroma formation, and, as we have seen, this is only loosely related to I.H.D. Moreover, more than cholesterol level is surely involved in atheroma.)
We need more facts about Britain. The situation in America is different, e.g. Americans' blood lipid levels do not seem to be very different from ours, but they seem to have a good deal more I.H.D., thus making it dangerous simply to extrapolate findings from America.
,Jtiology ofHypercholesterolemia
The strongest evidence is from the clinical-experimental laboratory and it implicates diet, in particular the ratio of saturated to polyunsaturated fat. There is much epidemiological experience in support of this. Thus, underdeveloped populations in Africa or Central America, typically eating little saturated fat, have low blood cholesterol levels, and little I.H.D. (Bronte-Stewart et al. 1955) . Such populations differ of course in many other respects from advanced Western populations. There is strong if not entirely consistent evidence that the average cholesterol level of a population is closely related to the plane of nutrition. Equally, it seems that within populations the wide and apparently important individual differences found in cholesterol levels are not simply related to individual food intake. Something is known of other influences affecting the blood cholesterol level, e.g. hormones (Oliver 1960) , but it is urgent to find out much more about the personal and environmental factors concerned. There is no convincing evidence that twentieth century changes in diet are responsible for the 'modern epidemic' of I.H.D.; though there is one that fits in timethe introduction of hardened fat. However, the poorer third or half of the nation has probably been eating much more fat in recent years; and this may be associated with the increase of I.H.D. apparent among them.
Ischaemic Heart Disease and the Mode ofLife
The other main type of epidemiological study has attempted to correlate the mode of life directly with the frequency of I.H.D. In this country two apparently important connexions have been established. Doctors smoking cigarettes have far higher mortality from I.H.D. in early middle age than other doctors (Royal College of Physicians of London 1962); and men in sedentary jobs have more and more severe disease. It is doubtful whether either of these effects is exerted simply through the blood cholesterol level.
Lack ofExercise Physical activity of occupation has been studied among London busmen and consistent results have been obtained since 1949 (Heady et al. 1961 ). Drivers of double-decker vehicles in early middle age have three times the sudden-death rate from I.H.D. of conductors. In later middle age the occupational differences are present but smaller. Drivers and conductors differ in physique, the drivers being fatter. But this does not explain the differences in I.H.D.: fat drivers have a higher sudden-death rate than fat conductors, thin drivers than thin conductors (Table 1) . Drivers 0-8 (11) 0 5 (10) 1 0 (9) 0 7 Conductors 0-2 (5) 0-2 (4) 0 (0) 0-2 50-64 Drivers 2-2 (10) 1-2 (20) 2-7 (39) 2-0 Conductors 1-4 (12) 1 0 (14) 1 3 (7) It should be noticed of both these observations that non-smoking doctors have less I.H.D. but still a considerable amount; so do bus conductors and postmen and the other physically active groups that have been studied. Most investigations in other countries have found the same trend with occupation, including bnost of the American studies, though not in California. Evidently I.H.D. is a typically 'multiple-cause' problem, the different causes being differently effective in different situations. Clinicians are familiar with such variation: hypertension, for example, is found in a third or a half of the cases.
There are two main needs for further investigation: For men with a very high cholesterol level, or men who are otherwise particularly liable to I.H.D., we need to know whether the adoption of a vegetable oil diet, which is known to lower blood cholesterol, will reduce the subsequent incidence of I.H.D. There is no information at present on which an answer to this question can even be guessed. With the new advances in food technology this is quite a practicable if major proposition. Secondly, we must find out whether physical activity in leisure is protective against I.H.D.; otherwise there will be no means of applying the findings on occupation in preventive medicine. We want to know whether men who smoke few or no cigarettes, take regular exercise and keep their weight down, have a sufficiently low incidence of I.H.D. to justify a major public health education programme. It will need a very large study to find out.
Dr R Daley (London)
Anticoagulants in Coronary Artery Disease I shall not enter into the statistical controversy about anticoagulants, but shall discuss a group of patients who have had a recent cardiac infarction in whom there is good reason for their use. Included in this group are those who have had a previous cardiac infarction; when there is a history of other arterial, or venous, thromboembolic complications; when there has been a reduction in the velocity of blood flow by cardiac failure or hypotension; in the presence of arrhythmias, especially atrial fibrillation; in the very obese and in diabetics. The loading dose should be small in small elderly patients, in those with liver disease and in those who are taking salicylates. One is often influenced by the facilities available and whether accurate control is possible. Phenindione may cause hxmorrhage or skin rashes which may even lead to exfoliation. A possible complication of all anticoagulants, however, is hemopericardium, and because cardiac infarction is a hxmorrhagic lesion some prefer not to use them for a few days after the initial attack. Any evidence of a rising central venous pressure, a falling cardiac output or arterial or venous pulsus paradoxus should excite suspicion and if it is high, pericardial aspiration should be attempted from the para-xiphisternal route. Most physicians would give anticoagulants indefinitely if the prothrombin level is stable and the patient's personality secure. The one firm statistical fact which has come to light is that a sudden withdrawal of anticoagulants causes increased incidence of further infarction in the next few days.
Probably every patient with angina has a block of one or more coronary arteries. Certainly, injection studies have shown that in anyone over 60 years of age who has angina, there are blocks of at least two coronary arteries of a greater diameter than 60,u. This fits the facts that angina does not usually first develop after particularly strenuous effort but rather when walking home from the office at the normal pace or when walking up the incline to the station. The severity and quality of the pain will thereafter be adversely affected by hurrying, cold weather, anger and a deteriorating office or political climate. With these fluctuations, it may persist without becoming much worse for several years. Why, then, do a minority of patients become rapidly worse within a few weeks or days, a state of affairs variously referred to as acute coronary insufficiency or crescendo angina? It is quite likely that thrombotic episodes are occurring and it may be that the heart behaves as the brain does after carotid artery occlusion, in that any factors which adversely alter the relationship between cardiac work and coronary blood flow will lead to generalized myocardial ischremia. It is rational to put such patients to bed for several weeks and give them anticoagulants. Proof that by so doing one prevents a cardiac infarction is impossible, but the improvement which so often follows entitles one to take some credit for the treatment.
The Diagnosis ofAngina
When there is constricting chest pain with bilateral arm radiation, with the usual provocation, the diagnosis is easy. It may, however, occur only in the lower jaw, only in the forearms or between the shoulder blades. It never occurs in the thumbs. Probably the most aggravating pursuit is for old men to shovel snow. Excitement, such as watching boxing or racing, may cause pain, but it is almost unknown in uproarious mirth. Inability to answer the call to stool may provoke pain. 'Second wind' angina must be recognized; and also that, in some, pain is slight or absent, but is replaced by eructation. If eructation on effort subsides as activity continues, I suppose that this should be called 'absent second wind'.
Therapeutic trials of nitroglycerin may very well be false and it must be understood that chest 'tightness' in left ventricular failure is also relieved quickly by nitroglycerin. The majority of resting electrocardiograms in patients suffering from angina are normal and often remain so after a standard exercise test. In seeking abnormalities the patient should be exercised until the onset of pain. A doctor should be present, not only in case the pain is severe but also because it is useful to discover why the exercise was stopped. Even so, electrocardiographic abnormalities may not be demonstrated and one is left to rely on the history.
A particular difficulty in management is with the so-called 'missed infarction' when a patient has had angina for some two weeks and the initial ECG shows a definite infarction. Is the patient to be admitted to hospital and given anticoagulants or not? One's thoughts are conditioned by the knowledge that experimental infarction in animals requires almost three weeks before reasonable fibrosis has occurred. This has also been shown in men dying at various times after infarction, and the incidence of cardiac rupture is greater in mental hospital patients who cannot be restrained. I usually do not give anticoagulants but send such patients to rest at home if that is possible.
Right ventricular angina occurs particularly in association with pulmonary stenosis and primary pulmonary hypertension. The mechanism is probably increased right ventricular work together with a low cardiac output, low systemic pressure and 'poor' coronary supply pressure-volume. It may be aggravated by reduced coronary venous return by the thebesian veins into a high pressure right ventricle. The distribution of pain is the same as in left ventricular angina and it is remarkable to hear young children describing angina so accurately. Objective proof is even harder to obtain than in left ventricular angina but it has been done by exercise tests and analysing right ventricular ECG leads.
The Management ofSevere Angina In the management of intractable angina, far too little nitroglycerin is frequently used. There is often ill-founded prejudice against taking more than three or four pills per day. I prefer to urge patients to take it liberally, instead of prescribing pentaerythritol tetranitrate which is virtually inert. The mode of action of nitroglycerin is not clear, but the evidence suggests that it reduces venous tone and hence venous return and cardiac work. The site of action has always been hard to assess because of the difficulty of measuring coronary arterial dilatation. However, coronary angiography has shown definite dilatation within seconds of chewing a tablet and the effect lasts for about twenty minutes. Even more interesting is the effect of nitroglycerin on myocardial metabolism. When coronary occlusion is produced experimentally in dogs, by glass bead 'emboli', there is an increase in lactate and pyruvate in coronary sinus blood. Nitroglycerin stops this change; it is very interesting to conjecture how much this metabolic effect is concerned with pain reduction.
Two methods of treatment are available in addition to bed rest: thyroid ablation and sympathectomy. Thyroid ablation is best carried out by radioiodine. It is probably not necessary to 'titrate' the dose against the patient but rather to use a large dose and give small doses of thyroid. It usually takes several years before there is a serious rise in serum cholesterol levels and hence dieting on this score is initially unnecessary. This means that when patients with myxcedema present with angina they have had myxcedema for a long time and would probably not be alive if they had not got that disease. Pain is probably relieved in induced myxcedema by decreasing sensitivity to circulating adrenaline.
Sympathectomy is best carried out as a onestage operation in the neck. The first four upper dorsal sympathetic ganglia should be removed. It is wise to X-ray the chest after the first side is done to make sure there has been no pneumothorax. It is often thought that sympathectomy is a pure pain reliever but there is now evidence that patients can perform more exercise before the ECG becomes abnormal, implying that vasodilatation has occurred or that a decrease in ventricular rate has diminished pressure transients and caused less arteriolar constriction. What happens must depend upon the elasticity of the coronary vascular bed. It is very hard to believe that some sclerotic vessels are capable of any vasodilatation at all. The 'warning' has not been destroyed by sympathectomy, because severe pain has been replaced by dyspncea and a mild ache under the jaw, which is presumably vagally mediated; both these sensations are preferable to angina.
There have been numerous attempts to improve the vascular supply to ischemic heart muscle. Some of the first were by O'Shaugnessy (1935) at Lambeth Hospital where he pioneered the operation of cardio-omentopexy. I have previously reviewed 44 of his patients and found that, apart from a comparatively few who died at the time of, or shortly after, operation, there was universal improvement in symptoms though life expectation was not increased. In no instance was it possible to demonstrate post-mortem collateral vessels which were patent and could have increased myocardial blood flow. Since this study innumerable operations have been devised to improve myocardial blood flow.
These include implanting adhesive substances such as talc or phenol into the pericardial sac, or transplanting various adjacent organs such as lung and pectoralis muscle. Once again, in all these procedures, pain is improved but ultimately no anastomoses are demonstrated. I have wondered about this and come to some conclusions. The points that led me to these were: (1) I have seen three patients with mitral stenosis and angina who had initially successful valvotomies and loss of pain, and who subsequently re-stenosed but had no pain. The re-stenosis was proved by further investigation and ultimate re-valvotomy.
(2) 1 have seen patients with aortic stenosis and angina who had unsatisfactory valvotomies but the pain disappeared. (3) I have never seen a patient with constrictive pericarditis who suffered from angina.
The common denominator between all these situations is that the pericardium has been opened. I think, therefore, that the advent of a hemopericardium is sufficient to destroy the delicate afferent sympathetic pain fibres. This does not mean that the comparatively benign operation of dusting talc into the pericardium is to be condemned. It is merely an alternative to upper dorsal sympathectomy, and the choice is a matter of taste and surgical convenience and practice. In either choice, patients are happier and if angina is severe operation is probably worth while.
Operations to re-vascularize the myocardium directly have been carried out for years by Beck (Feil et al. 1956 ). His two-stage operation of perfusing the myocardium in the reverse direction by producing an arterial anastomosis to the coronary sinus has physiological support because it has been well shown that the oxygen extraction by tissue is the same whether the flow of oxygenated blood is from the arterial or venous side. However, the two-stage operation of partial coronary sinus occlusion and ultimate arterialization is hazardous and has not been generally adopted in this country. Once again the pericardium has been extensively opened and hence, I suspect, denervated.
Another procedure is the implantation of an internal mammary artery into an ischvmic area. This operation is theoretically more attractive.
The worst form of confused thinking is that ligation of one branch of the internal mammary artery will lead to significant increase in flow through its myocardial and pericardial branches in the other branch. It may well relieve angina but so does anything dramatic which is done for these patients. It has no adequate hemodynamic basis.
Many surgeons are now endeavouring to remove coronary blocks by endarterectomy. The difficulty about this is that the blocks are usually multiple. It has also been shown that multiple blocks are as common in younger patients with angina as they are in the elderly, and hence the 'ideal' young patient with severe angina and only one or two blocks of the larger coronary arteries is rare. Such surgery can only be attempted after careful coronary arteriography. Each coronary artery in turn is catheterized by means of a Soanes catheter, and puffs of contrast medium are injected into each main coronary artery until satisfactory cine-angiograms are obtained ofthe coronary tree. This seems a surprisingly benign procedure. Meeting March 21 1962 Cases Chordoma K Scott MB DobStRCOG Male, aged 54 Presented with sudden left-sided headache and blurred vision in 1958, and was thought to have a vascular lesion. Skull X-ray showed slight erosion of the posterior clinoid process, all other investigations negative. Headaches recurred in 1960 and he was found to have III and VI nerve palsies. In May 1960 sphenoid decompression was performed and a bluish cystic tumour, thought to be a mucocele, was removed. Following this he was well until April 1961 when signs of hypopituitarism appeared. This was treated and, microscopy of the original tumour having shown it to be a chordoma, supervoltage radiotherapy with a cobalt-60 unit was given and he has remained well since.
Chordoma is a rare tumour, of low malignancy, which arises in the remnants of the notochord. Commonest sites are the sacrococcygeal region (50%) and the spheno-occipital region (40%). It occurs usually between the ages of 30-50 years, and metastases are rare. There are usually long intervals between episodes of symptoms, and in 30 % there is a history of previous injury.
